Lack of an acute effect of parathyroid hormone within skeletal muscle.
Secondary hyperparathyroidism is commonly present in patients with chronic renal failure. It has been suggested that elevated levels of parathyroid hormone (PTH) may be responsible for the glucose, amino acid and protein turnover abnormalities present in uremia. We utilized an in vitro muscle perfusion system to explore this possibility in more detail. We measured glucose uptake, muscle alanine and glutamine release, protein synthesis and both total and myofibrillar degradation rates, in the presence and absence of exogenous PTH and/or insulin. The addition of PTH either in the presence or absence of insulin had no effect on glucose uptake, protein synthesis or degradation or amino acid release by peripheral muscle tissue. Measurement of PTH revealed that 84% of the initial dose of immunoreactive hormone was still present at the end of the perfusion period. Our results suggest that PTH has no effect on skeletal muscle glucose or protein metabolism.